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1 Background 3 BND-22 binds ILT2 and blocks ILT2-HLA-G interactions 6 BND-22 enhances macrophages’ phagocytosis of cancer cells 9 BND-22 inhibits tumor growth in vivo

ILT2 is a multi-cell inhibitory immune checkpoint which is expressed on innate and adaptive BND-22 binds rILT2 with high affinity BND-22 binds membranal ILT2 In vitro Ex Vivo BND-22 enhances lymphocyte anti-tumor activity: in vivo melanoma lung lesion model
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